BTX-1188, a first-in-class dual degrader of GSPT1 and IKZF1/3,

for treatment of acute myeloid leukemia (AML) and solid tumors

Aparajita Hoskote Chourasia', Hannah Majeski'!, Angela Pasis’!, Paul Erdman?', Ashwini Oke', David Hecht'!, David Lonergan', Frank Mercurio'!, Kyle Chan', Dung "Zung" Thai', and Leah Fung’
'BioTheryX, Inc., San Diego, CA

BACKGROUND BTX-1188 is a rapid and deep degrader of GSPT1 and IKZF1/3
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BTX-1188 inhibits AML tumor growth
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BTX-1188 inhibits solid tumor growth
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« Owing to IKZF1/3 degradation, BTX-1188 has immunomodulatory

properties as seen by inhibition of proinflammatory cytokines (IL-
1b, IL-6, TNF-a) and induction of IL-2 by LPS and aCD3-stimulated
PBMCs, respectively. This approach is expected to improve
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